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A 44-year-old Caucasian woman presented with double vision, 
uncontrolled hypertension, anemia, thrombocytopenia, and 
acute renal failure with a creatinine level of 8.4 mg/dl. Th e 
patient was found to have a markedly elevated lactate dehy-
drogenase level and schistocytes on a peripheral blood smear. 
Renal biopsy was performed and revealed acute and severe 
changes of thrombotic microangiopathy, with abundant 
glomerular and vascular fi brin thrombi (Figure 1a and b). Th e 
patient was diagnosed with hemolytic uremic syndrome and 
was treated with high-dose steroids and plasmapheresis. She 
did not recover renal function.
Twenty-one months later, the patient underwent living-
unrelated-donor renal transplantation. Aft er transplantation 
she had a nadir creatinine level of 1.2 mg/dl. Eighteen months 
aft er transplantation, the patient’s creatinine increased to 
2.2 mg/dl, in the setting of new-onset anemia and thrombo-
cytopenia. Schistocytes were again identifi ed on a peripheral 
blood smear. Renal allograft  biopsy revealed nearly identi-
cal results to those seen in the previous, native renal biopsy 
(Figure 2a and b). Th e fi ndings were diagnostic of recurrent 
hemolytic uremic syndrome. Despite treatment with high-
dose steroids and plasmapheresis, the patient’s serum cre-
atinine rapidly increased, and soon aft er, she again became 
dialysis-dependent.
Figure 1 | Renal biopsy findings in native kidney.  (a) A glomerulus 
with multiple large intracapillary fibrin thrombi. Hematoxylin and 
eosin; original magnification, ×400. (b) A blood vessel with mucoid 
intimal edema and a large intravascular fibrin thrombus. Only a 
pinpoint residual lumen remains (arrow). Hematoxylin and eosin; 
original magnification, ×600.
Figure 2 |  Renal allograft biopsy. (a) A glomerulus with numerous 
intracapillary fibrin thrombi, accompanied by neutrophil margination 
and endothelial karyorrhexis. The findings are similar to those seen in the 
native renal biopsy more than 3 years prior (see Figure 1a). Hematoxylin 
and eosin; original magnification, ×400. (b) An arteriole with endothelial 
necrosis, thrombosis, and red blood cell entrapment and fragmentation. 
The lumen is no longer visible. Hematoxylin and eosin; original 
magnification, ×600.
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